[Reversal of renal fibrosis: lessons from experimental models].
New insights into the pathophysiological mechanisms of renal disease progression have been provided by recent experimental studies. It is now clear that angiotensin II is a key factor in the development of renal fibrosis, and that angiotensin II antagonists can slow the progression of renal disease in humans. However, other profibrotic agents, such as TGF beta, endothelin, and activated growth factor receptors have also been implicated. In vivo experimental studies have shown that renal fibrosis can be reversed. Based on the results of genetic and pharmacological antagonism of profibrotic agents in animals, this review describes potential future therapeutics that might limit the progression of human nephropathies, or even reverse them.